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Figure S9. Results for the 194 compounds tested in the Selleckchem kinase library screened for whole-cell TB activity 

with Bayesian models. Random rate is based on the empirical HTS hit rate; MLSMR is based on the MLSMR dose 

response and cytotoxicity model; CB2 is based on the CB2 dose response and cytotoxicity model. Kinase is based on the 

MLSMR dose response and cytotoxicity model. Best curve is based on a 100% hit rate. 
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